The spindle checkpoint is one of the key self-monitoring systems of the eukaryotic cell cycle, acting to delay anaphase until all the sister chromatids are appropriately lined up so that the replicated genome is correctly segregated with one copy going to each daughter cell. 
These and other studies led to a paradox. Mad1 is required for Cdc20-Mad2 complex formation in vivo, but Mad1 and Cdc20 share a common Mad2-binding motif and actually compete with one another for Mad2. The Mad1-Mad2 complex is extremely stable and does not readily exchange its Mad2 with Cdc20 to form a Cdc20-Mad2 complex. So Mad1 is a competitive inhibitor of Cdc20-Mad2 binding, yet it is required for Cdc20-Mad2 complex formation.
It has been suggested that something must happen at kinetochores to destabilise the Mad1-Mad2 tetramer, and release Mad2 for Cdc20 interaction [ 
